In a study relating platelet stickiness, plasma fibrinogen and fibrinolysis to fasting plasma lipids in patients with atherosclerosis of the lower limbs, a significant correlation has been observed between platelet stickiness and plasma phospholipid levels. The possible mechanisms are discussed. No other correlation is observed. Fasting levels of plasma fibrinogen were raised, while levels of plasminogen, and the degree of platelet stickiness in many cases were normal.
Introduction
The clinical features of peripheral arterial disease result from a combination of atherosclerosis in the limb arteries and thrombosis within their lumina. In some cases the symptoms are predominantly due to atherosclerosis, and in others thrombosis is the dominant lesion.
Abnormalities of plasma lipids and lipoproteins are common in association with atherosclerosis in these patients, and may have some causal relationship (Wahlberg, 1962; Newall, 1971; Bliss, Kirk & Newall, 1972; Greenhalgh et al., 1971) .
Since arterial thrombosis is common in these cases, many investigations have sought evidence for either increased intravascular coagulation or decreased fibrinolysis. The evidence from these investigations is confused, some authors reporting a predisposition to thrombotic events, others finding only normal values (McDonald & Edgill, 1957; Katz et al., 1963; Eastham, 1964b; Kirby & Martin, 1966; Ashton et al., 1967) .
It seemed of interest to investigate some of the parameters of blood coagulation and fibrinolysis, and relate these to the abnormalities in plasma lipids we have previously reported (Bliss et al., 1972 (1964) . Triglyceride concentration = glyceride glycerol x 9-62. Total cholesterol was measured by the automated method of Block, Jarrett & Levine (1966) . Plasma phospholipids were assayed using the combined methods of Connerty, Briggs & Eaton (1961) and Gomori (1942) . Platelet stickiness was measured by the method of Eastham (1964a) ; fibrinogen by the method of Lempert (1967) ; and plasminogen by the caseinolytic method of Alkjaersig, Fletcher & Sherry (1959) .
Results
The mean fasting values of all the parameters being studied are presented in (Mustard & Packham, 1967; Cronberg, 1967) . In a later paper, on subjects with ischaemic heart disease Sjogren et al. (1971) obtained values for platelet adhesion of 29-7% using the method of Wright (1941) and 47-3% using Salzman's method (Salzman, 1963) . Results for age-matched controls were very slightly lower than for the patients. Using Eastham's method (1964a) , a value of 48-7% falls within the normal range.
(b) Fibrinogen. The generally accepted normal range for plasma fibrinogen levels is 200-400 mg/ 100 ml. The observed mean value of 477 mg/100 ml for the patients indicates a raised level of fibrinogen in these cases. This is in agreement with the observations of Katz et al. (1963) .
(c) Plasminogen. The generally accepted normal range for plasminogen levels in 2-5-6 units/ml. The disease group has a mean plasminogen level of 4-1 units/ml with a low standard deviation. This is a normal value, and suggest that no abnormality of fibrinolysis is present in our patients suffering from peripheral arterial disease. This is consistent with the findings of Katz et al. (1963) . Correlation between blood coagulation and fibrinolysis and fasting plasma lipids
The only significant correlation of note is observed between platelet stickiness and plasma phospholipids, although this is only at the 1% level. Bolton, Hampton & Mitchell (1967) found an abnormality in platelet behaviour in patients with peripheral arterial disease and ischaemic heart disease. This abnormality is determined by the concentration of adenosine diphosphate (ADP) required to cause a maximum increase in platelet electrophoretic mobility. This sensitivity was found to be due to a 'transferable factor' in the plasma, consisting of a stable low-density lipoprotein with lecithin as the active principle, and a labile phospholipase enzyme converting lecithin to lysolecithin. The authors conclude that lysolecithin is probably the cause of the abnormal platelet behaviour. This could well explain the observed correlation between platelet stickiness and plasma phospholipids. This abnormal platelet behaviour has also been found in cases of multiple sclerosis (Bolton, Hampton & Phillipson, 1968) .
In a recent publication, Besterman & Gillett (1971) (Table 2) . Inverse relationships have also been reported between fibrinolytic activity and plasma triglycerides (Sweet, Rifkind & McNicol, 1966) . Grace & Goldrick (1968) 
